INTRODUCTION
A decrease in plasma calcium, both total and ionized, has been observed after trauma, haemorrhage and cardiac arrest.' -3 This has been described both in experimental animals and in patients, but the pathophysiology and significance of these changes remains unclear. 4 There is little information regarding plasma calcium changes in septic shock. It has been shown that the normal pressor response to intravenous calcium infusion is lost during experimental endotoxaemia;5 however, acute changes in plasma calcium have not been documented in this condition.
Therefore changes in plasma calcium and albumin in an ovine model of septic shock as a result of intraperitoneal sepsis were investigated. This extensively studied experimental model closely resembles the haemodynamic and metabolic features of clinical sepsis.6'7 Measurements were made before and 24 h after surgical induction of sepsis. Animals were classified according to the severity of shock. 
MATERIALS AND METHODS
For analysis, for each variable, the values included were those at baseline (pre-sepsis), and at the termination of the study (24 h post-operatively). As appropriate, paired or unpaired Student's t-tests, corrected for multiple comparisons, were used to assess the significance of changes with time, and the significance of between-group differences. Values for P < 0.05 were taken to be significant. All results are shown as Mean SD.
RESULTS
As in the studies performed to establish and validate this experimental model,6,7 9 a polymicrobial peritonitis and bacteraemia developed; organisms grown on blood culture included E.coli, Serratia, Enterobacter, Pseudomonas and Bacteroides species.
Pulmonary artery occlusion pressure was maintained in the range 10-20 mmHg during the study (mean 13. 2 at 24 h, P < 0.05 (Fig. 2) . The plasma calcium, corrected for plasma albumin, was similar in each group during sepsis, although still significantly reduced (Group 1; 2.55 + 0.13 to 2.23 + 0.12 mmol l-1, P < 0.01. Group 2; 2.50 + 0.08 to 2.27 + 0.09 mmol Il1 P < 0.05) (Fig. 3) .
DISCUSSION
Studies of electrolyte changes in clinical septic shock are complicated by lack of pre-sepsis baseline parameters, problems in assessing the stage and severity of the shock syndrome, and the multiple treatments required. The experimental model of sepsis utilized in this study overcomes these difficulties, and reproduces the state of volume-loaded, hyperdynamic and vasodilated septic shock typically seen in clinical practice.67'9 As part of a detailed investigation of neuroendocrine function and the 
